Several of the cephalosporins have been shown to inhibit lymphocyte blastogenic responses (1, 2), modulate lymphokine production in vitro (5) and modulate T-and B-lymphocyte functions in vivo in mice (A. C. Stonnington and E. A. Chaperon, Abst. Annu. Meet. Am. Soc. Microbiol. 1981 , E 20, p. 58). Aspirin, indomethacin, and acetaminophen are common analgesics which also have immunomodulating activity (3, 4, 7) . It was therefore of interest to determine the combined effect of these two types of drugs on lymphocyte blastogenic responses.
Mononuclear cells were isolated on Lymphoprep (Nyegaard and Co., Olso, Norway), washed two times, and suspended to 5 x 105 cells per ml in RPMI 1640 culture medium containing L-glutamine (GIBCO Laboratories, Grand Island, N.Y.). RPMI 1640 culture medium was supplemented with 0.1 mmol of nonessential amino acids (Microbiological Associates, Walkersville, Md.), 25 mmol of HEPES buffer (N-2-hydroxyethylpeperazine-N'-2-ethanesulfonic acid; GIBCO), 1 3 show a representative experiment in which aspirin, acetaminophen, and indomethacin were investigated for modulation of the suppression of PHA responses by cephradine. Aspirin alone ( Fig. 1 ) was suppressive at concentrations of >100 p,uml (P < 0.001 at 2 p.g of PH per ml); these higher concentrations decreased the thymidine uptake in cultures containing cephradine below that of either drug alone. At all concentrations tested, acetaminophen ( Fig. 1) reduced the suppression by cephradine (P < 0.005 at 2 ,ug of PHA per ml and 25 ,ug of cephradine per ml). Indomethacin ( Fig. 3) at concentrations of 1, 2, and 4 ,ug/ ml also partially reversed the cephradine-induced suppression, despite the fact that the 4,utg/ml concentration was suppressive by itself (P < 0.001 at 2 ,ug of PHA per ml and 2 ,ug of indomethacin per ml) (Fig. 3) . Similar results were obtained with cultures containing inhibitory concentrations of cephalothin and cefamandole (-25 ,ug/ml) or cefazolin (-50 p,g/ml). Stimulation with concanavalin A gave similar results. At supraoptimal mitogen concentrations, reversal of cephalosporin-induced inhibition was not seen. Tables 1 and 2 present the results of an experiment in which the kinetics of drug modulation of PHA stimulation were examined. Cephradine at a final concentration of 50 or 25 ,ug/ml was suppressive even when added 48 h after PHA stimulation (P < 0.001 at 25 ,ug of cephradine per ml at 48 hr and 10 ,ug of PHA per ml). This lymphocyte activation. Moreover, adding acetaminophen at 72 h to cultures started with 2 ,ug of PHA per ml and 50 ,g of cephradine per ml produced some reversal of suppression (17,900 cpm versus the control of 9,280 cpm; P < 0.01), indicating that this analgesic was not simply blocking the interaction of cephradine with the lymphocyte. The reason for some variation in optimal mitogen concentrations between experiments is not known; it is believed to be due to Table 1 .
b Acetaminophen at a final concentration of 50 jjg/ml was added to cephradine-containing cultures at the initiation of cultures (0 h) or at the indicated times after culture initiation.
c Cephradine was added at a final concentration of 50 or 25,g/ml (DS0 and D25, respectively).
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